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it values >o'\'» of inpatient 
"good" compliance, we have 
of plasma rifampiein. con- 
.>ring compliance (Table I ). 
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crystallisation (stereoselective activity ratios > 
50 on guinea-pig ileum), and their maleates 
encapsulated with lactose. 

Six healthy volunteers (19-2* years) each 
ingested 10 mg of t - )- and ( - ^chlorpheniramine 
maleate. 5 mg of and (-)-dimethindene 
maleate. 5 mg of triprolidine (active control), 
and two placebos. Treatments were arranged 
in a pseudo-random order balanced for linear- 
sequence. The study was double-blind and at 
least 4 days separated each assessment. Sleep 
latencies, subjective sleepiness and iMpt symbol 
substitution were measured 1.0 h (OS. 30 hi be- 
fore and 0.5. 1.5 and 3.0 h (10.00. U.im) and 
12.30 h) after ingestion. 

Differences between changes in measures 
from before (OS. 30 h) to after ingestion were 
analysed between enant iomers and between 

Table I 



Time (h) 



/7,/ri hti 



Tnprotuline 



Sleep httenev \min\ 
(IS. 30 

ll.no 12.2 
12.30 t,n 
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Stthjeetive sleepiness tttrbitrnrv units) 
0S.30 2.51 

it.no :.ks 

12.30 



2.5S 



4.4 



1 
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Digit symbol substitution (number of substitutions) 
08.30 24S.I 244.5 

11.00 242 i 

12.30 



243. h 



23k. 2 
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drugs and placebo (see Table 1). No differences 
could be established at 10.1 N) h. At 11. 00 h the 
reductions in sleep latencies were greater with 
{- ^chlorpheniramine and with ( - )-dimethin- 
Jene than with their respective enantiomers 
ami with placebo. Increased subjective sleepi- 
ness was greater at 1 1 .00 and 12.30 h with ( + )- 
chlorpheniramine than with the (-)isomer and 
with placebo, and at 12.30 h with ( - )-dimethin- 
dene compared with the t + )isomer. Impair- 
ment or performance was greater at 1 1. 00 and 
12.30 h with ( -^-chlorpheniramine than with 
the < - )isomcr. 

As onh ( -r ^-chlorpheniramine and (-)- 
dimethindene. the active ennntiomers. lead to 
drowsiness and impaired performance, it is con- 
cluded that sedation can arise from Hi -receptor 
antagonism alone. 
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Haemodynamic responses to food ingestion 
in normal human subjects before and after 
the somatostatin analogue, octreotide 
(SMS 201-995) 

J- S. KOONEK. S. RA1MUACH. C WHITEHEAD. 
w S. PEART .V C. J. MATH I AS 
Department of Medicine. St Mary s Hospital Medical 
School and Institute of Neurology and National 
Hospital tor Nervous Di>ea<cs. Queen Square. London 
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We have in\ estimated the haemodynamic re- 
sponses r.» a liquid meal {no c carbohydrate. 
— g tat. IS e protein) in eight normal subjects 
before and after the somatostatin analogue, 
octreotide (SMS 20I-W5. .Si) s .c). which 
inhibits the release of gastrointestinal peptides. 
Non-invasive measurements of blood pressure 
tBP) and heart rate (MR) (Sentron). cardiac 
index (CI. continuous wave Dopplcr. Exerdop) 
forearm bloi>d How tFBF. strain gauge plcthvs- 
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ntographv). digital (index JJ^J 
flow (DBSF. laser Doppter 
PF2b) and superior mcscntcnc ai up 
flow (SMABF. Duplex Scanner. U Iranian* 
ATU were made a. 10 mu .««««. - 

Alter the meal, there wen no s- 
.hanoM in BP. There was a post-prand.al .. - 

'"^ „ ' VV tHHt rose. DSBF and 
100 ml mm . / £ »" •> ' une . h anaed. 
viscular resistance ( DSN K l <■" , -,, p 

The was a pos.-pra.nHal increase ,n , SM A BT 

anlif;l)1 in ™«m R "--«VVr.-V, £ 22 
resistance (SM A\ K. ->* : - 

uniis. P < H-05). rh-iniic in BP 

After octrcol de there was no change 

for a fall in SMAIU (U.m - «• {m 
i P< (MrM and a rise in nmav* i ^ 

±18 ,o 274 ± 31 units. /' < 0.05)- ^llowintt 

... #•• i ,., „/ (lgsS). In .4i»wn<iwif failure. 
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food ingestion, there were no changes in BP 
and other haemodynamic 

r„„ qm \W (0 >6 ± 03 to 0.>A T 0.04 1 
eluding SMABh^".^- ^ + ^ ^ ^ ± 42 

min 



- i 



g ^r^AVR«274- ±? ..o2,U ± 42 

We eonclude .hat. in normal subjects. Mood 
prcsS ure is maintained after log -nges -on 
•I *«nitL v "i marked ncrcase in SMABr. r»> torn- 
Sorv C nan.es in HR. O and FBF. This 
d e from patients with autonom.c fa.lurc and 
S^menc denervation, in whom ood sub- 
swntially lowers BP. because, ol Uk of such 
compensatory changes (Muthias " >*J£ 

Octreotide rapidlv reduced basal SMABF. The 

SXamt changes induced bv tood m**, 
includimi the rise in SMABF. wen. . pre 
en.cd bv octreotide, presumably by mh.bit.ng 

release of peptides which induce splanchn.c 

vasodilatation. 
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The effect of intradermal CGRP and 
histamine on blood How in the forearm of 

normal volunteers and Raynaud s sufferers 

SD. BRAIN. R. O-rETn-. J. LEWIS'* 
T . J. WILLIAMS I . harmil „„ os:> , National 

srsj £iw ^—Vmrc 

SW .Lv and-'NorthwicK PurV Hospita land MKC 
Clinical Research Centre. Wat.ord Road. Harrow. 
Middlesex HAl 3d 

Calcitonin gene-related peptide j^RPjJj 
present in cutaneous scnsor> C-I.bu n n c 
Chief . are in close contact « 

!22Sn3 C O RP induces a persistent local 

^tl^1-?^ M -^ ,Bw ^ m CGRPU0 pmoll. histamine (500 pmol, or 

;« mediated bv C-fibre nerves and couia mere 

orTbe due to release of CORP. To investigate 

f he defect in circulatorv control in Raynaud s 
pa^m X associated with a deficiency « re- 



. rrRP nr in local axon reflexes, 
spouses to CGRP or » i u Ravn aud's 
we have compared irn. respond ^ . rmq i 
orients and normal volunteers to .n.radermal 
CGRP and histamine. b . 

The project was »PP ww ^„ e,hlCd, ?/"lll rs 
tacts save informed consent. Raynaud s suffers 
Sh no symptoms of scleroderma or SLE . 
.csted. Contro, , volunteer. «^ was 
race matched. A U J ^ vo , umccrs re . 

« de whh reac'ive hyperemia that was 
Kured. after removing the cole >g*JJS 
a laser Doppler flow meter R^Pgj^,,. 
Ravnaud-s patients were marked! > ddier 
Peak bkKid flow response: myna h. b fo e ^ f 
+ after .">7> x N.4/c / < ^ ^ ^ g% 
i^t- Raynaud's patients, before - • 
after 2* 0 ± 10.1*. NS 1% ^ mean i ^ 
mean. » = frV 



for histamine (in area of axon reflex flat. J 



a laser Doppler Mood flo 
'igStM. Krytlwma response 
of results calculated. 

Responses in Raynaui 
simuticanily different ire 
test) The areas t>t C UK 
similar in both iiroups (T: 
hctttivn ihc two eroups^a 
were ol'scrxvd liable -) 

)n eonelusitm. althoug 

TuliK' 1 

meun ± > 



Saline: 

CORP: 
( III pmol 

Table 2 1 

mean, n = 



Saline: 



Histamine 
( 5iKl pmol 
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in enronary disease 
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